Abstract. The basal plasma 17\g=a\-hydroxyprogesterone 
(17-OHP) and testosterone (T) levels were proportionally decreased in 10 hypergonadotropic patients with Klinefelter's syndrome. The ratio 17-OHP to T was however about twice as high as in 10 (Forest etal. 1979; Smals et al. 1979 Smals et al. , 1980a Glass 1979 ).
These data have been interpreted as indirect evi¬ dence of acute hCG induced Leydig cell desensitization in man Glass 1979), analogous to that previously demonstrated in rats (Cigorraga et al. 1979; Haour 8c Saez 1978; Dufau et al. 1979a,b Klinefelter patients were significantly lower than in the controls (P<0.01 and < 0.001, respectively). In the Klinefelter patients a positive correlation was found between the basal 17-OHP and T levels (r = +0.76, P < 0.02), not however in the control subjects (r = +0.02, P > 0.10). The mean basal 17-OHP/T ratio in the Klinefelter patients was about twice as high as in the normal men (P < 0.025).
Effect ofhCG administration on 17-0HP and T levels and the 17-OHP to T ratio (Fig. 1 (Ruder et al. 1974; Paulsen et al. 1968; Smals et al. 1974) . Previous chronic gonado¬ trophin stimulation may account for this blunted response. In rats (Cigorraga et al. 1978; Dufau et al. 1979a,b) and very recently also in eugonadal man (Smals et al. 1979; ) evidence has been adduced for testicular refractoriness to subsequent hCG stimulation after previous gonadotrophin administration due to acute Leydig cell desensitization.
In the present and previous studies hCG admini¬ stration to male controls was accompanied by a temporary increase of 17-OHP and the 17-OHP to T ratio, reaching its maximum 24 h after a single or first of 3 daily injections Smals et al. 1979 Smals et al. , 1980a 
